The Fischer-Lewis model of chronic allograft rejection--a summary.
Although the mechanisms involved in human allograft rejection differ in degree from those in animal allograft rejection, animal models are invaluable for the investigation of their cause and effect. A significant advantage of the animal model is that lesions, comparable with those seen in human allograft rejection, can be generated over a much shorter time scale. Chronic rejection in animal models seems to be driven principally by immune mechanisms, whereas a myriad of non-immune mechanisms are operating in human allograft rejection. Despite these limitations, well-established animal models allow investigators to manipulate allograft rejection and thereby make contributions to the understanding of its pathogenesis. In addition, animal models provide the opportunity of identifying mechanisms whereby the rejection process might be arrested or reversed. Furthermore, such models have the potential of investigating the induction of tolerance by means that may be applicable to the human situation. Chronic rejection has been studied using well-established and reproducible kidney allograft models in rats. In such models the histopathological changes observed in the rejecting renal allograft are similar to those occurring during chronic rejection in humans, and they provide a means of studying the underlying mechanisms involved in its pathogenesis.